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B L6 KT iR A6 E AL EE S f ik IFNa ., HMGB1 K89 K skt , %8R SLE 4% % IFN«,.HMGBI
KEHEHFEREEF X(RA) L (P<0.05),1L-2 & IL-6 K FH4&TF RA A (P<0.05), &34 & # IFNa,
HMGBI1.1L-6 KF & T H5EF & F (P<0.05; HMGBl 5 IFNa 2 E48 % (r =0. 76, P =0. 012),
HMGBI1.IFNa 5 SLEDAI 2 E48% (r=0.65,P=0.013;r=0.41,P =0.031); HMGB1 X% % f B F 1L-1B.
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The serum levels of HMGB1 and INFa of SLE patients and their clinical significance
LI Xin
Department of Clinical Laboratory ,Tianjin Santan Hospital s Tianjin 300193 ,China

Abstract: Objective To investigate the active pathogenic mechanism of interferon alfa (INFa) ,high mob-
ility group box 1(HMGBI1)and cytokines in SLE patients,and to explore the relationship between HMGB1/
INFa and SLE activity and clinical features, and access the clinical detection value of these indicators.
Methods Serum HMGBI1 and IFNa in SLE patients were detected by ELISA. Interleukin (11.)-18,11.-2,11.-4,
I11.-5 and 11.-6 were detected by immunomagnetic bead assay. To evaluate the efficacy of serum IFNa and
HMGRBI levels in active and inactive groups. Results The levels of serum HMGBI1, INFa in SLE patients
were higher than that in RA patients (P <Z0. 05), while the levels of serum I1L-2,1L.-6 in SLE patients were
lower than that in RA patients(P<C0. 05). The levels of serum HMGBI1,INFa,IL-6 were higher in active SLE
patients than that in non-active patients (P <(0. 05). HMGBI1 was positively related to IFNa(r=0. 76, P =
0.012),HMGBI1,IFNa were positively related to SLEDAI(+=0. 65,P=0.013,r=0.41,P=0.031). HMGB1
was related to IL-183,11.-4,11.-5,and IFNa was related to IL -18,1L-4. Conclusion INFa and HMGBI1 promo-
ted the autoimmune process in SLE. HMGBI1/INFa were related to SLE activity and clinical features such as
fever and renal damage and had good clinical value in distinguishing between active and non-active SLE.
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1.1 — ¥R PEEL 2018 4F 1 H & 2019 4E 12 A7
A BEIZIR 1 70 ] SLE 835 (SLE 2 fE A BF oA 4 .
BIR5 6 2017 A 32 [ AR 27 2 F0RR U XU i 2 18
ITHY SLE 232645, otk 63 0. Bk 7 6], V- 4F
W (37.14+8.6)%; M SLE %5 1% i 5h 15 % (SLE-
DAD ¥ SLE & & 43 4 i 8 4 (SLEDAI=5) 5 3k
G B 41 (SLEDAL<<5), o i s 4l 44 f1], B 1% sh 41
26 ], W B VAR TE B — M RORE LB LR 1. IRl
FEARBEIZIAR R 15 B2 RGBT & (RA) B #H1E N RA
Ao 13 B B 2 B PR (34227 D A,
it B X BEZH Sy ) 300 7E A B A A £t BRE 35 491, 7 X 4R
W (35.2+7. D%, (XTI RA 415 SLE 417
AR MR L A 22 SRS TR (P >>0.05),

*1 EERNAE EESE—MERER

T 1 sh 4l IR sh 4l

(n=44) (n=26)
EWR (s, %) 36.32+8. 11  37.4148.91  0.514
T W (n/n) 4/40 3/23 0.521
FRAMA M AE LR (20 ] 21(47.73) 7(26.90) 0. 425
Hi dsDNA(H) [2(%)] 33(75.00) 8(30.77) 0. 048
SLEDAI(x +5) 16.1144.02  4.01£1.01  0.021
KH R0 (%) ] 23(52.27) 0(0. 00) 0.002
e (95) ] 5(11. 36) 2(7.69) 0.210
B REAR E (2 (26 ] 34(77.27) 13(50. 00) 0.123
LLBE 0 (%) ] 33(75.00) 18(69. 23) 0. 020
R % [ (V)] 4(8.33) 0(0.00) 0.279
B0 (2] 24(54. 54) 5(19.23) 0.029
MR [0 (20)] 4(9.09) 6(23.08) 0. 081
1AL [ (20 ] 22(50. 00) 10(38. 46) 0.211
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IL-1B.1L-4 #& (B=2. 66, P = 0.001; B= —1.21,
P=0.003),
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IFNo HMGB1 IL-1B8 1L-2 1.4 IL-5 1L-6
215 n

(pg/mL) (ng/mL) (pg/mL) (pg/mL) (pg/mL) (pg/mL) (pg/mL)
fEREXTIRZE 35 1.0140.78 0.05+0.02 5.5143.22 2.12+1.39 9.2144.25 1.0340. 61 2.33+1.01
SLE 41 70  25.92418.51 0.67240.49 42.11427.52  13.314%7.22 51. 62424, 31 6.8743.66 26.70415.11
RA 41 15 5.0042.32 0.0940. 04 13.7146.93 24.11413.02  30.71+14.60 3.73+1.54 58.11+27.42
P 0.039 0.001 0.641 0.027 0.298 0.526 0. 004
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*3 EHASIEFHAE IFNa . HMGB1 BB EF AT (x+5)
@3l i IFNa HMGBI 1L-18 IL-2 1L- 1L-5 1L-6
(pg/mL) (ng/mL) (pg/mL) (pg/mL) (pg/mL) (pg/mL) (pg/mL)
B4 44 36.42424.91  0.8940.57  53.93438.71  16.6249.11  71.30435.20  9.665.47  37.11423.12
Aeim s A 26 8.2345.66 0.294+0. 20 19.74+13. 32 7.71+3.88  17.4149.91 2.11£1.05 6.08+3. 86
P 0.007 0.010 0.011 0.401 0.212 0.412 0.021
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niH n KR e Bl B I 451 AR B R RN S B o
HMGB1 5% 42 19(45.24)  6(14.29)  34(80.95)  35(83.33)  2(4.76) 28(66.67)  6(14.29)  20(47.62)
HMGBI iE % 28 4(14.29) 1(3.57) 13(46.43)  16(57.14)  4(14.29) 1(3.57) 4(14.29)  12(42.86)
P 0.171 0.078 0.033 0.142 0.487 0.001 >0. 999 0.978
IFNa 5% 38 18(47.37)  4(10.53)  32(84.21)  32(84.21)  2(5.26) 26(68.42)  6(15.79)  17(44.74)
IFNe iE % 32 5(15.63) 3(9.37) 15(46.88)  17(53.13)  4(12.50) 3(9. 38) 4(12.50)  15(46. 88)
P 0.037 0.419 0.034 0.147 0.571 0.001 0.791 0.833
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TR I RLRE 42 1] HMGB1 St B 3% pad sh 4 5
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